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Effect of High - salt Intake on GLP — 1 Expression of the Intestine. Duan Bihan, Gao Ling. Department of Endocrinology & Metabo-
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Abstract Objective To compare the expression of Glucagon — Like Peptide — 1 (GLP — 1) in the small intestine between high —
salt intake and control mice. Methods The experiment was conducted in the Central Laboratory of Peoples Hospital of Wuhan University
from August 2020 to November 2020. Eight — week — old male C57B/L6émice with SPF grades were fed a standard or high — salt diet for 8
weeks (10 in each group). Blood pressure ( BP) was measured on the seventh week. Blood was sampled for fasting blood glucose
(FBG), serum total cholesterol (TC), triglyceride (TG) , high density lipoprotein — cholesterol (HDL —ch) and low density lipoprotein
— cholesterol (LDL —ch) assays. Small intestinal tissue were analyzed for GLP — 1 expression by immunohistochemistry. Results The
systolic and diastolic BP were higher in high — salt diet than standard diet( P <0.05) with significant difference. Plasma glucose, TC, TG
level were lower in high — salt diet than control mice( P <0.05). Compared to the control group,the expression of GLP -1 in the small in-
testine were lower. Conclusion Changes in glucose,lipid and blood pressure after a high — salt diet appear related to the changes in the
expression of GLP =1 in the small intestine.
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